A B D Figure. The compression of the facial nerve (arrow) in the left cerebellopontine anglearea by the lef t vertebral artery is seen on coronal T2-weighted MRI (A) and maximal intensiveprojection (MIP) MRA (B). The indentation of the leftpontomedullaryjunction (arrow) at the origin of the left facial nerveis seen on axial (source image) MRA (C) and MIP MRA (D).
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Hem ifacial spasm is a syndro me involving involuntary contractio n of th e muscles th at are innervated by th e ipsilateral facial nerve. It is import ant to distinguish th is process from other typ es of facial spasm, such as psychogenic facial spas m, facial tic, facial myokymi a, blepharospasm, and tardive dyskinesia. The most common cause of hemifacial spasm is neurovascular compression of the facial nerve at its root exit zone. Thi s compression can be caused by vascular loop s that may involve the po sterior inferior cerebellar artery, the ant erior inferior cerebellar artery, and the vertebral artery. Th e location of the compression and its clinical correlation are of utmost importance because some studies have shown th at asymptomatic contro l subjects had some degree of incidental neurovascular compression of the facial nerv e, although it was rarely seen in th e anter ior root exit zone.' Also, patients with hemifacial spasm frequ ently experience pro gressively worsening involuntary contractions of the facial mu scles that can lead to closure of the eye and interfere with daily activities such as driving; they can be socially emb arrassing, as well." Over a period of months, th ese contractions may spread from the periorbital area to other mu scles of th e ipsilateral facial nerve.
Common treatments for hemifacial spasm are botulinum toxin injections and microvascular surg ical decompression. Surgical decompression is the most definitive tre atment, but it is not without risk of permanent complications. " Botul inum toxin treatment is less risky, but it is less effective, it is costly, and it requi res repeated injections.v" " Patients with hemifacial spasm who are not candidates for sur gery or botulinum toxin may be treated with ph armacologic agents such as gabapentin and carbamazepine; several sma ll studies have shown th at these drugs may reduc e th e number and severity of spasms.v":"
We evaluated a 37-year-old woman who had an 8-month histo ry of painless twitching in th e left periorb ital area. The twitching had progressivel y worsened over a few months prior to consultation, to th e po int th at she had becom e un able to open her left eye. Thi s symptomatol ogy was considered to represe nt a classic case of hemifacial spasm. The patient was placed on m edical th erapy, wh ich included carbamazepin e, but to no avail. Thereafter, MRI and MRA revealed th at a portion of the left vertebral ar tery was compressing th e area of th e facial nerve and indenting the br ainstem at th e pontomedull ary junction (figure) . Given th e failur e of th e medical th erapy, we performed surg ical decompression of th e facial nerve. Th e twitching was alleviated by more than 50% within 24 hours of the sur gery and by mo re th an 75% at discharge. At th e 6-month follow-up, the spasm had almo st compl etely resolved.
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